SITC 2023
werewo,, Optimal Antitumor Immunity is Triggered by WTX-124, a
Clinical Stage Conditionally Activated INDUKINE™
THERAPEUTICS 5 y

Molecule that Releases Fully Potent IL-2 into the Tumor
Shifting the Balance In Microenvironment

CytOklne TherapeutiCS Christopher J. Nirschl!, Heather R. Brodkin?, Daniel J. Hicklin!, Nesreen Ismail?, Yuka Lewis?', Cynthia Seidel-Dugan*!, Zoe Steuert?, Jenna M. Sullivan?,
William M. Winston?, and Andres Salmeron*1#

(1) Werewolf Therapeutics, Watertown, Massachusetts, USA, (*) Corresponding Author, (#) Presenting Author

BACKGROUND INDUKINE Design of WTX-124 Activated T Cells Respond More Efficiently to Wildtype IL-2
Interleukin-2 is a Promising Cytokine For Immunotherapy An IL-2 Prodrug for Cancer Therapy TCR Activation Induces High Affinity Receptor Expression in vitro

Cytokine therapy could become a pillar of cancer immunotherapy given its
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® Only treatment with WTX-124 resulted in clustering of CD8+ T cells with CD103+ cross presenting
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